of cerebral malaria, which is also evident from elevated IgE levels [6] . A reduction of the clearance of immunoglobulins by down-regulation of Fc receptors may explain the association of both increased immunoglobulin levels and circulating immune complexes [7] with cerebral malaria. Pathological deposition of immune complexes in cerebral capillaries may lead to local vasculopathy, similar to the phenomenon of glomerulopathy in systemic lupus erythematosus, another condition that involves reduced clearance of immune complexes [8] . Cerebral malaria was also associated with the deposition of IgE-containing immune complexes in cerebral capillaries [7] . In contrast to its effect on IgG receptors, IL-4 can up-regulate Fc receptors for IgE (FcRII) on macrophages, which-if crosslinked by IgE immune complexes-could lead to the release of TNF [9] , a cytokine that leads to increased cytoadherence of parasitized red blood cells by up-regulation of intercellular adhesion molecule-1 in endothelial cells.
Future research needs to investigate the correlation between Fc receptor density on circulating monocytes and cerebral malaria and its severity. Stimulation of IgG Fc receptor expression in animal models of cerebral malaria (e.g., BALB/c mice, in which immunocomplex formation correlates with cerebral malaria [10] ) with substances like zymosan [3] could be explored as a way to prevent cerebral malaria by reducing pathological immune complex deposition in the central nervous system.
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